by angina pectoris and dyspnoea on exertion. His fingers became numb, blue and clumsy on exposure to cold, and gangrene of the tips of two toes developed. He noticed that his urine was dark brown on cold days. Similar symptoms recurred the following winter.
On examination: Anemia, splenomegaly, ischvmic changes of fingers and toes (Figs 1 and 2) . Investigations: Hb 9.6 g/100 ml. Reticulocyte count 4.6-9.0 %. Serum 
Comment
This patient suffered from paroxysmal cold hxmmoglobinuria but did not have the disease so named. Hemoglobinuria resulting from exposure to cold and occurring over a prolonged period of time may result from two distinct clinical entitiesthat named 'paroxysmal cold haemoglobinuria' which is characterized by the Donath-Landsteiner reaction and is usually due to syphilis (Dacie 1962) , and that called 'cold agglutinin disease', which is usually idiopathic and may terminate as a malignant lymphoproliferative disorder, but occasionally is a complication in the course of such neoplasia (Schubothe 1966) . The haematological and serological findings here are those of cold agglutinin disease. The cold agglutinin has been shown to be an IgM protein and to be anti-I specific, which is usual in this disease. Lymphocytotoxicity of the cold agglutinin has not been previously demonstrated. These experiments were done by Dr lain Balfour using a technique already described (Balfour et al. 1972) . In this study, lymphocytes labelled with 51Cr were exposed to the test serum in the presence of complement for 12 hours at 4°C and then for one hour at 37°C. The patient's serum exhibited similar lymphocytotoxicity to his own, and also allogeneic cells as did antilymphocyte serum, and this effect was maintained as against control sera to a dilution of 1:1024. After the patient's serum was treated by absorption with Group 0 red blood cells, the lymphocytotoxic effect was reduced by more than 50% when compared to untreated serum. This is compatible with an anti-I specificity of the cold agglutinin.
The finding of a monoclonal IgG paraprotein with a reduction of the normal gamma globulins, in addition to the IgM cold agglutinin, suggests the possibility of an underlying lymphopro-liferative disorder which may be malignant (Cooper & Hobbs 1970) .
Corticosteroids and corticotrophin are said not to be beneficial in this condition (Dacie 1962 , Schubothe 1966 ), but here a prompt hmmatological improvement followed the use of oral prednisolone. This was not due to an increase in the ambient temperature and is compared with the absence of response to chlorambucil, with which drug good results have been found (Hippe etal. 1970 ).
Raynaud's phenomenon was associated with gangrene of the tip of the toe. This is most unusual in cold agglutinin disease (Dacie 1962) . No cryoglobulins were present. A vasospastic factor as a cause of the phenomenon in this patient was suggested by the fact that pallor occurred when pressure was applied to a cyanosed area, that there was no reaction to the 'ice cube test (Schubothe 1966) , and that vasodilation in the hands followed local chilling.
Dr G D Pegrum said that several features were of particular interest in this patient with cold hamagglutinin disease. Peripheral gangrene accompanied the associated Raynaud's phenomenon. Two separate protein abnormalities had been found: an anticipated IgM with anti-I specificity directed against red cells and possible white cells, and an unexpected gamma band of IgG origin. The former might occur in malignant lymphoma which sometimes presented with high cold heemagglutinin levels, but there was no clinical evidence of this condition at present. Chlorambucil surprisingly did not give rise to clinical improvement and indeed caused profound thrombocytopenia, but subsequently prednisolone was highly beneficial.
Pseudocyst of the Pancreas due to Trauma:
Spontaneous Intraperitoneal Rupture R Baker FRCS (The Royal Northern Infirmary, Inverness, IV3 5SF) Mrs C B, aged 29 Admitted 17.9.72 following a blunt abdominal injury from an accident on a go-kart track.
After a few days she developed a pseudopancreatic cyst. The nature of the epigastric swelling was confirmed by an intravenous pyelogram (IVP) (Fig 1) and a barium meal (Fig 2) showing anterior displacement of the stomach, associated with a serum amylase of 4000 iu.
A conservative course was adopted but on 9 October she developed the features of generalized peritonitis due to intraperitoneal rupture of the cyst, treated by laparotomy and external drainage. Her condition improved and after the third day the drains t'.0x.X .~~~~~~~~~~~~~~~~~~~~~~~~:~-: . .. ..:.... Laparotomy (26.10.72) revealed a huge cyst behind the stomach and a woody, cedematous, black-looking pancreas but no obvious splitting of its substance or duct injury. The cyst was approached through the gastrocolic omentum and a posterior cyst gastrostomy was done with closure of the omentum afterwards.
Following this she developed a profuse gastric ,,nd pancreatic fistula, losing between 2-4 litres of fluId a day. She had a persistent fever for six weeks and developed a left iliofemoral thrombosis due to prolonged intravenous cannulation.
During November she had three emergency operations for hiemorrhage from the track of the fistula. The first two hoemorrhages were preceded by slight bleeding from the track. At each operation, after suture of the bleeding point, an attempt was made to close the gastrostomy and at the last operation a feeding jejunostomy was done. By early December she was losing ground, the fistula had persisted and attempts to feed her through the jejunostomy caused profuse diarrhoea. At a further operation, after a difficult dissection, the hole in the stomach was closed round a gastrostomy tube and after this the fistula gradually dried up and the wound healed by granulation. Since this time the patient has become well and put on weight but is significantly troubled by the residual swelling of her left leg.
Discussion
Intraperitoneal rupture of a pancreatic pseudocyst is rare but carries a mortality of 50-70% (Becker et al. 1968 ), Hanna 1960 , Littman et al. 1970 ). Pseudocysts are not benign. There is a 40% incidence of secondary complications, e.g. hrmo- 
